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Abnormallylow urinary excretion of3'5' cyclic adenosinemonophosphate (cydlicAMP) hasbeen reported in patients with depressive illness, while abnormally high levels ofthe nucleotide occurs in patients suffering from mania (Abdulla and Hamadah, â€˜¿ 970; Paul et al., 197z) . Hansen reported that in mania the turnover in cyclic AMP in the cerebrospinal fluid was higher than in depression. The suggestion that these changes in cyclic AMP might reflect changes in the level of muscular activity or urine volume in these Slater and Roth (1969) , and were checked by a follow-up of the patients up to the time of writing. These three groups were compared with eight healthy volunteers.
Platelet preparation
Plastic synringes and plastic tubes were used for blood collection and preparation of washed platelets.
10 ml. of blood were drawn from an antecubital vein and prevented from clotting by heparin 50 @Lg./ml.
Samples were taken in the morning before breakfast. Half the maximal stimula tion was effected by 209-220 @ ADP. In the depressed group, the effect of ADP on PGE1 biosynthesis followed a distinctly sigmoid curve (Fig. 2) . PGE1 formation was relatively insensitive to low concentrations of ADP. The maximal effect, however, was similar to that of the control group.
Data from patients with mania ( Fig. 3) show that ADP enhanced PGE1 formation in a uniform way. Maximal stimulation was dis tinctly higher than in the control group. ADP levels effecting half maximal stimulation were lower than those observed for the control group (151â€"186 SM).
Prostaglandin formation was peculiarly in@@ sensitiveto ADP in the schizophrenicgroup (Fig. 4) .
DISCUSSION
Our present results show a disorder of the action of ADP on PGE1 synthesis in the blood platelets of patients suffering from mania, from depression and from schizophrenia. If these derangements turn out to be systemic and not restricted to platelets they could explain our previous findings of abnormal cyclic AMP excretion in depression and mania in the following way. 
